Current neurocognitive models of attention-deficit/hyperactivity disorder (ADHD) suggest that neural circuits involving both attentional and affective processing make independent contributions to the phenomenology of the disorder. However, a clear dissociation of attentional and affective circuits and their behavioral correlates has yet to be shown in medication-naïve children with ADHD. Using restingstate functional connectivity MRI (rs-fcMRI) in a cohort of medication naïve children with (N¼ 22) and without (N¼ 20) ADHD, we demonstrate that children with ADHD have reduced connectivity in two neural circuits: one underlying executive attention (EA) and the other emotional regulation (ER). We also demonstrate a double dissociation between these two neural circuits and their behavioral correlates such that reduced connectivity in the EA circuit correlates with executive attention deficits but not with emotional lability, while on the other hand, reduced connectivity in the ER circuit correlates with emotional lability but not with executive attention deficits. These findings suggest potential avenues for future research such as examining treatment effects on these two neural circuits as well as the potential prognostic and developmental significance of disturbances in one circuit vs the other.
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Introduction
A common neuropsychiatric disorder affecting between 3% and 8% of school-age children, Attention-Deficit/Hyperactivity Disorder (ADHD) is associated with significant negative long-term outcomes, including poor academic performance, substance abuse, incarceration, and underemployment (Barkley, 2002; Biederman et al., 2008) . Several neurocognitive models for the pathogenesis of ADHD have been proposed, suggesting variable deficits in behavioral inhibition (Barkley, 1997), emotional regulation (Posner et al., 2011a) , and temporal processing (Toplak et al., 2006) as well as delays in cortical maturation (Shaw et al., 2007) . One particular neurocognitive model has gained substantial neuropsychological and neurobiological support: the dual pathway model (Sonuga-Barke, 2002; Sonuga-Barke et al., 2008) . This model posits that the principal affected neural circuit in some children with ADHD underlies executive attention (EA)-a neurocognitive domain that mediates top-down control processes, including the inhibition of behavioral urges, set-shifting, and reorienting of attentional resources (Barkley, 1997; Nigg et al., 2005) . Anatomically, the EA system is subserved by distributed cortical and subcortical networks, including the dorsolateral prefrontal cortex (DLPFC), the dorsal anterior cingulate cortex (dACC), the supramarginal gyrus, the dorsal caudate nucleus, frontal eye fields, and the supplementary motor cortex (Castellanos and Proal, 2011; Goldman-Rakic, 1995) . At the same time, the dual pathway model posits that primary deficits in children with ADHD are not always in executive attention; for others, the principal neurocognitive deficit is in motivation and emotional regulation (ER). The ER system is subserved by frontolimbic circuits, consisting of the subgenual and orbitofrontal cortices, amygdala, hippocampus, and ventral striatum (Cardinal et al., 2002) . The dual pathway model, moving away from prior hypotheses suggesting that a single core neurocognitive deficit is likely in all children with ADHD, posits that the clinical phenotype of ADHD may be the shared outcome of anomalies in either EA or ER systems or the collective effects of anomalies in both systems.
The dual pathway model has significant support in neuropsychological as well as neuroimaging studies of ADHD. For example, neuropsychological studies of children with ADHD have demonstrated dissociable deficits in executive attention and motivation using neuropsychological tasks such as the Stroop and Stop-Signal Tasks (indexing executive attention) and the Choice Delay and Delay Frustration Tasks (indexing motivational deficits) (Bitsakou 
